Dear editor
Intracranial arterial stenosis (ICAS) is a common cause for ischemic stroke and transient ischemic attack (TIA) worldwide. 1 Patients with symptomatic and asymptomatic ICAS face different risks of stroke, around 12.5% and 2.8% at one year, respectively. 2 Investigation of the difference in cerebral perfusion in these patients may help understand the underlying mechanisms for stroke occurrence and recurrence and refine risk stratification of affected patients.
A total of 128 patients with symptomatic ICAS in anterior circulation, who underwent CTA and CTP exams at baseline, were retrospectively screened from the Stroke Registry in Prince of Wales Hospital, Hong Kong SAR, China. Seventeen patients with symptomatic and asymptomatic ICAS, respectively in bilateral anterior circulations, were enrolled ( Table 1) . CTP measures, including cerebral blood volume (CBV), cerebral blood flow (CBF) and mean transit time (MTT) obtained within the middle cerebral artery territories at the basal ganglia level, were compared between symptomatic and asymptomatic hemispheres using Wilcoxon signed rank test.
The degrees of luminal stenosis were similar between symptomatic and asymptomatic ICAS (68.35% vs. 64.88%, P ¼ 0.463). Compared with hemispheres with asymptomatic ICAS, cerebral perfusion in hemispheres with symptomatic ICAS showed significantly prolonged MTT (6.70 AE 1.21 vs. 6.16 AE 0.82, P ¼ 0.028) and increased CBV (1.98 AE 0.44 vs. 1.79 AE 0.73, P ¼ 0.035), while CBF (22.71 AE 3.92 vs. 22.26 AE 3.65, P ¼ 0.943) was not significantly different. During one-year followup, two patients had ischemic stroke and one had TIA, all occurring in the territory of symptomatic ICAS.
Most of the patients recruited were minor stroke or TIA, thus no severe perfusion abnormalities were observed in bilateral hemispheres, but prolonged MTT in hemispheres with symptomatic than asymptomatic ICAS lesions and the recurrent ischemic events in symptomatic hemispheres indicated a relationship between hemodynamic significance of ICAS and the subsequent stroke risk. This may partly explain the difference in stroke risk between patient with 
